Introduction
Lactic acidosis, first described by Clausen (1925) , is most frequently seen accompanying hypotension and impaired tissue perfusion, but has been reported in association with many other conditions such as phenformin therapy, non-ketotic diabetic acidosis, ethanol ingestion and glycogen storage disease (Oliva, 1970; Lancet, 1973) . Recently, an association was suggested between non-ketotic diabetic acidosis, pancreatitis and treatment with phenformin (Levitan, 1973; Coodley, Derasse and Carver, 1973 (Tranquada, Grant and Peterson, 1966 Clinically acute pancreatitis was seen in twelve patients, and elevated serum amylase in an additional seven, in a series of forty-six patients with lactic acidosis (Tranquada et al., 1966) . Despite the high mortality, autopsy evidence of acute pancreatitis was not presented. More recent authors (Levitan, 1973; Coodley et al., 1973) have suggested an association between acute pancreatitis and treatment with phenformin. The patients they report were severely acidotic owing mainly, as in our own case, to lactic acidosis. The diagnosis of acute pancreatitis rested mainly on the raised serum amylase. In a recent analysis of forty-two consecutive episodes of diabetic keto-acidosis, serum amylase was elevated during twenty-five (60%) and in eight (17%) the peak amylase exceeded 1000 Somogyi units/100 ml (Knight et al., 1973) 
